Introduction
Tetanus is now rare in Britain, only 16 cases being notified in 1977 for England and Wales. Nevertheless, the intensive care unit at Leeds General Infirmary, which is the regional referral unit for tetanus, continues to receive a few cases each year. Despite full facilities mortality is still appreciable (10% in this series) and since the average stay of these patients in the unit is 31 days, treatment is expensive in terms of staff and resources.
Patients
Seventy-five patients were men and 25 women; this preponderance of men probably reflects their greater exposure to tetanus-prone injury and is found in other series.' Ages ranged from 5 to 87, with the highest incidences in childhood and the elderly. PRESENTATION Most patients presented with classical tetanus, with a remarkable uniformity of clinical features. Trismus and dysphagia, often described by the patient as "sore throat," were the first symptoms in 75. Pain and stiffness in the neck and back were the first complaint in 14, but all except one had trismus on examination or quickly developed it. The exception was a boy who had recently arrived from Bangladesh. His symptoms were quite atypical throughout the illness, and he developed spasms but little or no trismus.
Six of the nine patients with wounds around the head and neck presented with "cephalic tetanus" with cranial nerve palsies, which Leeds General Infirmary, Leeds LS1 3EX R S EDMONDSON, MB, FFARCS, consultant anaesthetist M W FLOWERS, MB, FRCS, consultant, accident and emergency department 1401 sometimes caused considerable difficulty in diagnosis. All six had a predominantly unilateral facial palsy and two also showed weakness of the extraocular muscles, which caused diplopia. All developed trismus and generalised tetanus. Three patients presented with "local tetanus," two with stiffness of the hand and forearm after hand wounds and one with "stiff toes" after a calf wound. All had trismus and developed severe, generalised tetanus. Abdominal pain was the first symptom in the remaining two patients, which, together with abdominal rigidity, is a source of difficulty in diagnosis: both developed generalised tetanus shortly afterwards.
Some patients were referred with suspected tetanus but were subsequently found to have various other conditions. The commoner causes of confusion were hysteria, dystonic reactions to drugs such as perphenazine (Fentazin) and metoclopramide (Maxolon), and local infection producing trismus. If As the disease may progress very rapidly, all patients were admitted to the intensive-care unit for initial observation. Sudden severe spasms needed rapid paralysis and intubation on several occasions and transport arrangements must also cater for this eventuality. Other measures were directed at preventing and controlling the many complications that arose.
Results
The condition in 90 of the patients was judged severe enough to require paralysis, 21 of these being very severe cases. Only seven had a mild attack not requiring tracheostomy and in three symptoms were moderately severe needing tracheostomy but not paralysis. Ten deaths were attributable to the disease or its treatment, eight during treatment, one in the immediate convalescent period, and one some years later. The remaining patients recovered, most to complete health, and results of follow-up of these patients are the subject of another paper.
The average duration of paralysis was 21 days (range 5-44 days). The duration of the illness was more uniform than the data in table III suggest. Those paralysed for short periods tended to have milder disease and required paralysis only at the peak of their illness, while those paralysed for longer had developed intercurrent problems that delayed their "weaning" from artificial ventilation. Although the severity of tetanus is variable, its duration seems fairly constant, the symptoms of even mild cases lasting three to four weeks. The average stay in the unit was 31 days. Table IV shows the cause of death in the eight patients who died in the unit. One woman died during convalescence from pulmonary embolism and a boy of 14 sustained severe brain damage during treatment and died three years later. The cause of the brain damage was never fully elucidated; no hypoxic incidents were recorded and the cause was possibly a cerebral venous thrombosis producing venous infarction. The two cases of sudden cardiac arrest were thought to be largely hypoxic in origin, occurring during tracheal suction in paralysed patients with "sticky" chests, and before we introduced preoxygenation before suction. Both developed severe bradycardia progressing to cardiac arrest, and one of these patients and another who was successfully resuscitated from a similar incident were the only patients in the series who received beta-blockers. Clinically obvious deep venous thrombosis of the legs occurred in nine patients and pulmonary embolism in three, one of which was fatal. Early in the series patients who were thought to be at particular risk were anticoagulated with warfarin; the last ten patients were given 5000 units of heparin subcutaneously twice daily and had no thrombotic incidents.
GASTROINTESTINAL AND METABOLIC COMPLICATIONS
Some gastrointestinal -stasis occurred in most patients during the first seven to ten days, with a silent, but not distended, abdomen, which made feeding by nasogastric tube difficult or impossible. Acute gastric dilatation occurred in four and frank paralytic ileus in two. Haemorrhage from acute gastric erosions, severe enough to require partial gastrectomy, occurred in two patients, one of whom died. Constipation was common, aperients and enemata normally being required; this problem should not be taken lightly, since faecal impaction resulted in intestinal obstruction in one case and stercoral perforation of the caecum in another. Abdominal complications are difficult to diagnose early because the patient cannot easily convey his complaint of pain and muscle relaxants mask guarding and rigidity.
..Jaundice of hepatocellular type developed in five patients, but settled uneventfully and could be explained by episodes of hypoxia or hypotension. All patients lost weight during their illness, largely because of the initial gastrointestinal stasis; since most patients were well nourished before their illness, we did not resort to intravenous hyperalimentation unless stasis persisted for over seven to ten days. Progressive anaemia always develops and usually requires transfusion at least once. Many factors probably contribute to this in a long, severe illness, particularly when many blood samples must be taken.
URINARY COMPLICATIONS
All patients except those with mild grade 1 disease had an indwelling urinary catheter with closed drainage throughout their illness. Specimens were sent for bacteriological examination twice weekly; clinical and laboratory evidence of infection was common, and such infections responded readily to appropriate antibiotic treatment and eventual removal of the catheter. One elderly man required a transurethral prostatectomy at the end of his illness.
PROLONGED RECOVERY AND RESIDUAL NEUROLOGICAL SIGNS
The disease usually regresses sufficiently to permit paralysis to be withdrawn after two to three weeks, but muscular rigidity, especially trismus and neck stiffness, may persist for some weeks. Spasm of the calf muscles also seems to be persistent and may result in permanent contracture unless intensive physiotherapy is begun; one patient early in the series required lengthening of the tendo achilles. Residual cranial nerve palsies during recovery occurred in all patients who presented with cephalic tetanus, and weakness of the extraocular muscles was common. All recovered in two to three weeks except one patient, who had such severe bulbar palsy that motor neurone disease was suspected. Nevertheless, he made a slow but complete recovery over six months.
Disorientation, emotional lability, and depression during recovery is common. In two patients this phase lasted for weeks rather than days; both eventually returned to normal and had a long, severe illness. They were sedated by particularly heavy doses of diazepam. 
The deaths in this series were due to complications that may arise in any severely ill patient who is paralysed and artificially ventilated for this length of time, and were not directly attributable to tetanus. The single most troublesome problem was control of the cardiovascular effects of sympathetic overactivity in the patient with very severe disease. We relied largely on heavy sedation for control and only two patients received beta-blocking drugs at a modest dosage of 10 mg propranolol six-hourly via nasogastric tube. Both of these young and previously fit patients developed sudden bradycardia and cardiac arrest during tracheal suction. This association with beta-blockers may be coincidental, but has led us to be cautious in using these drugs. Removing sympathetic myocardial drive may, in those dependent on such drive, lead to cardiac failure. If this occurs in patients with tetanus, who have been shown to have increases in cardiac output of 160-2500o, tracheal suction may produce the final cardiac insult of hypoxia and unopposed reflex vagal stimulation resulting in bradycardia and cardiac arrest. Hypoxia from tracheal suction may be eliminated or minimised by preoxygenation and careful suction technique, but our caution in using beta-blockers is reinforced by a report from Buchanan9 of the death of a 7-year-old child with tetanus, which was associated with the use of propranolol. Definite functional improvement may be expected in eyes that have shown adverse reactions to systemic treatment with practolol within a few months of withdrawing the drug unless they are severely damaged at the time of the initial drug reaction. But the reduction in tear flow may persist for longer. Furthermore, these eyes remain at risk from secondary infection and secondary changes in the lids.' Treatment of the dry eyes is essentially frequent rehydration of the eyes with artificial tear drops (BJ6 or hypromellose). In addition, mucolytic drops (acetylcysteine, 5°O or 1O''o) to control the stringy, tenacious mucus and local antibiotics to control the secondary infection of the lid margin and conjunctivae may be necessary. Patients have developed red or sore eyes while on propranolol,2 but in this patient the ocular symptoms are unlikely to be directly related to the propranolol. In a recent study nearly one-quarter of the patients being treated with propranolol or other hypotensive drugs complained of gritty, red, or sore eyes whether or not they were taking propranolol.3 Since the ocular side effects of prolonged practolol administration are in the cornea and conjunctiva and are related to deficient tear secretion and the formation of an autoantibody that has an affinity for the intercellular zones of squamous epithelium4 evidence of changes in the cornea and conjunctiva should be sought if a "practolol syndrome" is suspected. Is it necessary to test for hepatitis-B antigen in every case of hepatitis in general practice ?
Of all cases of acute viral hepatitis in Britain, 300 of cases in adults are caused by hepatitis B infection.' Some cases are acquired parenterally, and sexual transmission, especially among male homosexuals, is another well-recognised route. Many cases, however, occur sporadically with no apparent source of infection. Although hepatitis B tends to be more severe and prolonged, clinically it is often difficult to distinguish between B and non-B hepatitis. In children hepatitis B virus infection is rare, but in adults all cases of acute hepatitis should be tested for the hepatitis B surface antigen (HBsAg, "Australia antigen"). Apart from the importance of documentation, there are three important practical reasons for this. Firstly, special care mi;t be taken with the handling of blood from positive cases. Secondly, because of the possibility of transmission to a conjugal partner, cases of hepatitis found to be positive should be advised to refrain from sexual intercourse until they become HBsAg negative. Finally, 5%0 of positive cases remain positive and develop chronic liver disease,2 even though they may have apparently recovered from the acute episode. In this last group of patients liver biopsy is mandatory since long-term immunosuppression may be necessary to arrest progression of the disease. This is in contrast to hepatitis A ("infectious hepatitis"), for which there is no evidence for progression to chronic liver disease.
Finally, as many as one-half of all cases of acute hepatitis are due to neither the A nor B viruses. Some of these follow parenteral transmission, although most arise sporadically.3 In the acute phase such cases are indistinguishable from hepatitis A and B. Like type B cases, some will progress to chronic liver disease.4 The virus particle for these "non-A: non-B" cases has not yet been identified, but this and the development of serological tests for diagnosis4 will be the next major step forward. What is papillary carcinoma of the Fallopian tube and how should it be treated ?
It is a relatively rare tumour, tending to be diagnosed late. The primary treatment is surgical. Depending on the extent of the disease seen at laparotomy and microscopically it may be decided to irradiate the pelvis. The place of chemotherapy is at present undetermined but may be tried. The prognosis is poor, with not more than 25% fiveyear survival.
